Renal Failure in Jaundice by J Geoffrey Walker MB MpCP (Royal Free Hospital, London) Fifteen jaundiced patients who developed renal failure have been studied. Each had blood urea levels of over 200 mg/100 ml. Two different types of renal failure were encountered.
Eleven of the 15 patients had acute intrinsic renal failure (acute tubular necrosis). These included 2 patients with portal cirrhosis, 7 with obstructive jaundice, 1 with acute liver necrosis following inhalation of carbon tetrachloride, and 1 with a centrilobular liver necrosis secondary to traumatic shock (Bywaters 1946) .
Renal blood flow was measured in some of these patients during the oliguric phase of the illness by a new technique based on the Fick principle in which dye is infused into the renal artery and its concentration measured in renal vein and aorta (Garsenstein et al. 1962) . A 40% reduction below the normal value was found. In addition, a decreased mean transit time for erythrocytes across the oliguric kidney was demonstrated, which suggested that shunting of blood occurred (Shaldon, Higgs & Walker 1962, unpublished) .
The urine contained high concentrations of sodium (30-90 mEq/l.) and was isosthenuric. The endogenous creatinine clearance was reduced to less than 1 ml/min, and blood urea levels showed a progressive rise.
In addition to jaundice, precipitating factors were present in every case including dehydration, haemorrhage, hypotension and sepsis. Renal biopsy showed either mild degenerative changes and dilatation of distal tubules with bile casts or an acute tubular necrosis with bile casts. The glomeruli were normal. Treatment usually consisted of early hemodialysis, 9 patients having had a total of 15 dialyses. The remaining 2 cases were managed conservatively with fluid restriction.
Four patients survived (36 Y.), all of whom had at least one dialysis. Two of the deaths were in cases of portal cirrhosis with liver failure, where the prognosis is very poor apart from the renal condition. This survival rate compares with figures -of 8% (Shackman et al. 1960 ) and 22% (Jackson et al. 1960) . The improvement may be due to early and repeated dialysis and to regional heparinization which lessens the risk of himorrhage.
Four patients with terminal portal cirrhosis, ascites and jaundice also had blood urea levels of over 200 mg/100 ml but were not suffering from acute intrinsic renal failure. Tubular function was well preserved as shown by avid sodium retention, with urinary sodium concentrations of less than 1 mEq/l., and hypersthenuria. Endogenous creatinine clearance was reduced to about 5-10 ml/ min, and renal plasma flow (measured by paraamino-hippurate clearance) to about 30 % of normal. The rise in blood urea was non-progressive. There were no precipitating factors in these cases and the renal histology was normal. There were no survivors, as this form of renal failure is a terminal event in advanced liver disease.
Conclusion
There was little correlation between the severity of the hepatic and renal lesions. Furthermore, there were precipitating factors in addition to jaundice present in all cases of acute intrinsic renal failure. Thus there was no direct evidence for the existence of a 'hepatorenal' syndrome as a separate entity. However, it may be that the presence of bile or some toxic metabolite from damaged liver cells renders the kidneys more susceptible to damage by the classical precipitating factors known to be associated with acute renal failure.
